progression following pharmaceutical treatments such as thiazolidinediones (7), 33 or non-pharmaceutical treatments including caloric restriction (24) and endurance 34 exercise ((27) and see (21) for review). Therefore, understanding the factors that 35 regulate mitochondrial biogenesis is important for the therapeutic treatment of 36 chronic disease.
37
A recent report in mice demonstrated that the exercise-induced increase 38 in peroxisome proliferator-activated receptor gamma (PPARγ) coactivator-1 alpha 39 (PGC-1α) is at least partially due to β-adrenergic receptor (β-AR) activation (30).
40
In this study, a series of experiments were performed on wild type and transgenic 41 mice lacking β-ARs using exercise and selective β-AR agonist/-antagonist 42 treatments to examine PGC-1α expression. Similarly, through a combination of 43 exercise, epinephrine treatment, and β-AR blockade it was determined that β-AR 44 stimulation increases PGC-1α mRNA in rat adipose tissue extracts (55 (Figure 2 ) reflecting significant systemic β-AR stimulation. 
267
In the current study we chose to use a non-selective β-AR agonist. phenylephrine, an α-agonist, had no effect on PGC-1α expression (30).
278
Timing of Tissue Sampling: In the current study, skeletal muscle was sampled at 279 1-hr and 5-hr after the termination (2-or 6-hr after the initiation) of the 280 experimental infusion. By using an β-AR agonist, rather than an β-AR antagonist (11, 12, 35 E. F.
